Spontaneous coronary artery dissection is a rare cause of acute myocardial infarction in the young which can be life threatening. The clinical presentation is wide, ranging from simple chest pain to sudden death. Asymptomatic spontaneous coronary dissection is extremely rare. We present a case of asymptomatic spontaneous coronary artery dissection which was managed conservatively; we also review the literature and various treatment options.
INTRODUCTION
Spontaneous coronary artery dissection (SCAD) is a rare cause of acute myocardial infarction in the young which can be life threatening. It commonly involves a single coronary vessel. However, multi-vessel dissection involvement [1] has been identified which generally requires intervention. Asymtomatic cases are rare and are diagnosed incidentally [2, 3] . We present a case of asymptomatic SCAD which was managed conservatively; we also review the literature and various treatment options.
CASE
A 53-year old woman with a history of dyslipidemia and hyperhomocystenemia presented to the hospital with a few minute history of slurred speech consistent with transient ischemic attack. Vitals on admission were stable and physical examination was unremarkable. Carotid duplex was unrevealing for obstruction and an electrocardiogram demonstrated sinus rhythm and no evidence of prior infarction. An echocardiogram revealed a left ventricular ejection fraction (LVEF) of 15% and severe pulmonary hypertension. Left heart catheterization showed dissection in the left anterior descending coronary artery (LAD) with a 90% ostial stenosis and dissecttion of the left circumflex artery (LCX) (Figure 1 ). Right and left heart catheterization revealed elevated bilateral ventricle pressures with evidence of severe pulmonary hypertension. A dobutamine stress echocardiogram showed augmentation consistent with hibernating myocardium, except the inferior wall. She was not considered for coronary artery bypass (CABG) as she did not have technically favorable targets due to a small circumflex artery and unknown extent of dissection of the LAD. She was started on optimal medical management for ischemic cardiomyopathy as well as anticoagulation to prevent future embolic events. A computerized tomographic angiogram done 15 days later to access the extent of dissection showed complete resolution of dissection (Figures 2 and 3) with LVEF of 19%. Echocardiogram performed 3 months later showed no improvement in the LVEF however was symptomatic with shortness of breath. Currently, she is being considered for (automated intracardiac device) AICD placement with thoughts of future for heart transplantation should her systolic dysfunction remain severely depressed. 
DISCUSSION
SCAD is an uncommon clinical entity observed in 0.1% of patients undergoing cardiac catheterization. It was first described in 1931 by Pretty. Since then there are less than 200 cases reported [4] . The true incidence of SCAD is usually underestimated as nearly 70% of the cases are diagnosed at autopsy [5] . Seventy-five percent of the patients with SCAD are women with a mean age at presentation of 40 [5] . Twenty-five percent of SCAD in women are described during pregnancy and the postpartum period. It has also been described in older patients with or without associated coronary artery disease (CAD). The clinical presentation is wide, ranging from acute coronary syndrome to sudden death. Some of the symptoms include chest pain, dyspnea, syncope, cyanosis and/or vomiting. Pattern and severity of symptoms vary with extent, location, rate of development of the dissection and presence of CAD, which may include ST elevation. Asymptomatic SCAD is extremely rare. An extensive review of PUBMED search revealed only 2 asymptomatic cases published to date ( Table 1) .
The dissection plane is noted in the outer third of the media or between the media and adventitia as opposed to aortic dissection where the plane is between the intimal and medial layers [5] . The standard test to diagnose SCAD is coronary angiography. The diagnosis is made when contrast media is seen in two lumina separated by a radiolucent intimal flap. Intravascular ultrasound is useful to differentiate atherosclerotic CAD from dissection when in doubt in the coronary angiogram [6] . There are no batteries of tests indicated in guidelines in these patients. SCAD usually involves a single coronary artery; only a few cases of multivessel coronary dissection have been reported. The LAD is commonly involved (80% of cases) [7] . The LCX is involved in less than 2% of cases. Left coronary territory is more commonly involved in women; in contrast to right coronary artery which is involved in men [5] the cause for this sex difference is unclear.
Apart from the pregnancy, SCAD has also been described in association with Ehler-Danlos syndrome [8] , Marfan's syndrome, Kawasaki's disease, systemic lupus erythematosis [9] , hypereosinophilic syndrome, fibro-muscular dysplasia, hypersensitivity angiitis, sarcoidosis, as an extension of aortic dissection, in the setting of atherosclerotic disease, blunt trauma [10] , mitral stenosis, and cocaine abuse [11] . There are some case reports associated with exercise, oral contraceptives [12] and auto-immune thyroiditis. Of note it has also been found in healthy individuals without identifiable risk factors as in our patient. A reasonable explaination for SCAD is eosinophilic infiltration, where there is release of lytic agents which cause dissection [7] . Cystic medial necrosis is seen in 37% of the cases [7] . However pathophysiology varies with the actual cause, such as catecholamine surge and coronary vasospasm in coccaine abuse, shear stress during deccelaration in blunt chest trauma, endocrine changes leading to arterial wall remodeling in pregnancy and women taking oral contraceptives.
There were good results with medical therapy alone (aspirin, nitrates, B blockers, ACE inhibitors) or in combination with coronary angioplasty with stent placement [5] . There is a survival benefit with CABG in SCAD patients like any other acute coronary syndrome patients. CABG has best the results when there is left main, multivessel involvement or in cases where there is recurrent ischemia [5] . The role of thrombolysis is controversial as here are reports where it was successful [13] ; at the t same time there are reports which caused extension of dissection due to thrombolysis [14] . There is no data on role of anticoagulation similar to carotid artery dissection. Successful use of glycoprotein IIb/IIIa inhibitors in SCAD has been reported in sporadic cases [15] . Artificial heart implantation and heart transplantation were used in some patients with refractory heart failure. There are cases where there was spontaneous healing of a coronary dissection as in our case. The natural history of dissecttion is unknown; more trails have to be done with follow up for long term to access the course. Prognosis of these patients is generally poor, with a mean survival of 30%. Some data suggest that there is better survival in men as compared to women. Prognosis depends on the number and types of vessels involved and the extent of dissection. A good long-term prognosis is seen in patients with limited dissection, incomplete obstruction, infarction without complications and residual ischemia at high workload on stress testing.
Asymptomatic presentation of SCAD, as in our case is rare and most of the time goes unnoticed. ACC guidelines suggest angiograms for newly diagnosed cardiomyopathy patients in the setting of chest pain, is it reasonable to recommend in all newly diagnosed patients in order not to miss the diagnosis in patients like this is unclear. Moreover, there is no literature on time for dissecttions to heal and probable role of homocysteine gene mutation in SCAD which have to be studied in future.
